Amaurosis fugax typically is the result ofretinal microembolisation, classically from occlusive disease of the extracranial carotid artery,' or from other sources. [2] [3] [4] [5] [6] Rarely, retinal vasospasm has been documented as a cause of transient visual loss. "-' We had the opportunity to record the visual evoked response (VER) during monocular loss and subsequent return ofvision in 2 patients. While other aspects of these cases were described elsewhere,89 the unique opportunity to record the VER prompted this report. To the best of our knowledge the VER has not been previously recorded during transient monocularvisual reduction.
Materials and methods
During attacks of transient monocular visual loss the VER was obtained in different laboratories. Nevertheless the basic technique was similar, employing pattern-reversal stimulation with large checks (60' to 80' of arc) at low frequency (1-3 Hz), recording transient responses in each case.
Our first patient, wearing appropriate refractive error, was positioned 75 cm in front of a screen on to which was projected a high-contrast black-and-white checkerboard pattern. During examination the patient had repeated amaurotic attacks in the right eye. Right vision was instantaneously reduced to no light perception, with a nonreactive, amaurotic right pupil. Ophthalmoscopy revealed narrowing of retinal arterioles and veins, cessation of retinal blood flow, segmentation of the blood columns, and optic disc pallor. During an episode of transient visual loss fluorescein angiography showed early filling of the right optic disc and peripapillary capillaries, but fluorescein dye was not seen in the retinal arterioles until 30 seconds after injection (Fig. 1) . The patient was found to have both SC haemoglobinopathy and systemic lupus erythematosus. After treatment with prednisone the amaurotic attacks abruptly subsided. The patient has remained asymptomatic.
VER was obtained at the onset of amaurosis fugax, and after 2, 5, 8, and 11 minutes (Fig. 2) . At the onset of the attack no VER was recordable,and with return of retinal perfusion the VER amplitude gradually increased over a 5-8- (Fig. 3) . Haematological and cardiac investigations, including echocardiography, gave normal results, and no abnormalities were found on carotid angiography. Diagnosed as having ocular migraine, the patient was placed on propranolol, with prompt cessation of visual symptoms.
As seen in Fig. 4 , at the onset of the attack of ocular migraine the VER was abolished. While amplitude returned over a 2-3-minute period, the latencies (102 ms) were essentially unchanged from preattack values (normal: 99 ms+7).
Discussion
The series of electrical and electrochemical events that leads to the elaboration of the VER begins in the photoreceptors of the retina and culiminates in the occipital cortex. Pattern-reversal VER has been found to show a more consistent waveform and to be more sensitive in detecting lesions of the visual pathways than has flash response.' In the assessment of afferent input to the visual cortex pattern-reversal VER has been studied in a variety of diseases of the optic nerve, including optic neuritis, " ischaemic optic neuropathy, 2 13 toxic amblyopia, 4 glaucoma,'" and compressive optic neuropathy. 6 Comparison of amplitude and latency abnormalities has at times distinguished among such optic nerve diseases. For example, in the acute phase of demyelinative optic neuritis the amplitude of the pattern-reversal VER is reduced, and it returns to normal with clinical recovery, while characteristically prolonged latency remains. " However, in many instances it is difficult to separate the relative contribution of axonal degeneration and demyelination when VER abnormalities occur.
The 2 cases presented here provide an opportunity to examine selective impairment of axonal transmission within the optic nerve without disturbance of myelin sheaths. The central retinal artery is the sole vascular supply of the inner retinal layers (ganglion cells, inner plexiform layer, inner nuclear layer)." With temporary interruption of blood flow, inner retinal activity ceases and no VER is generated. With resumption of blood flow there is progressive increases in retinal neuronal function, and VER amplitude gradually returns (Figs. 2 and 4) . But 
